of perforation or elsewhere. Subsequent histological examination also failed to show any other cause for the perforation.
The lower sigmoid and upper rectum, including the perforation, were resected in a Hartmann's procedure, the distal rectum being emptied of faecal masses before closure of the rectal stump. The patient went on to make a steady, uncomplicated recovery.
Later close questioning excluded the possibility that the perforation had been caused by any foreign body or instrument inserted anally.
Discussion
It is surprising that this condition is uncommon, considering the prevalence of severe constipation in Western societies. It was first reported as long ago as 1894 3 , and the aetiology is fairly certain. Pressure from hard faecal masses, particularly in the rectosigmoid region, causes ischaemic necrosis of the colonic wall leading to ulceration and finally perforation". Over 90% of stercoral perforations occur in the sigmoid colon and upper rectunr', the caecum being a comparatively uncommon site", It is likely that many cases are undiagnosed and result in death amongst the elderly. A consecutive series of 175 post-mortem examinations conducted in one year revealed 10cases of stercoral ulceration, 4 of which had perforated".
Various drugs with constipating side effects have been implicated. In particular, narcotic analgesics (of which codeine compounds seem notable), but also phenothiazines, aluminium-based antacids and tricyclic antidepressants, have been reported as being responsible 2 .,.6. Our patient had been taking dihydrocodeine regularly.
The perforation is usually acute, producing severe symptoms within a few hours. The significant physical signs are a palpably loaded colon or rectum with an acute abdomen, associated with radiological evidence of a perforated viscus. An interesting feature of this case is the accurate history given by this unusually young patient: it seems highly likely that his perforation occurred while straining at stool, which coincided with the onset of pain.
The diagnosis is usually made only at operation, when other causes of colonic perforation such as diverticulitis, carcinoma or inflammatory bowel disease have been excluded. The condition has a high mortality, usually quoted in the region of 50%. This is in part related to the fact that most patients who develop the problem are elderly and frail.
Treatment consists of resuscitation with fluids and antibiotics followed by urgent surgery. This should involve exteriorization or resection without attemptedreanastomosis, e.g. Hartmann's procedure, which proved successful in this case 7.8. immunophenotype Acute non-lymphoblastic leukaemia (ANLL) following idiopathic or drug-induced aplastic anaemia is a well documented entity, accounting for about 5% of all newly diagnosed cases of adult ANLLI,2. Aplastic anaemia preceding the development of childhood acute lymphoblastic leukaemia (ALL) is also recognized but rarely reported 3 • We describe such a patient whose blast cells were typed with monoclonal antibodies (McAbs) and review the current literature on this unusual presentation.
Case report A 14-year-old Chinese boy was initially seen in November 1984at a local hospital for further management of high fever and anaemia. There was no history of drug ingestion or exposure to irradiation or toxic chemicals. Physical examination showed a well nourished boy with marked pallor, a temperature of 40°C, but no other abnormal physical findings. Investigations revealed Hb 3.8 g/dl, WBC 1.2 x 10 9/1, platelets 13 x 10 9/1, reticulocyte count 0.2%. A blood film showed moderate red cell anisopoikilocytosis, but no primitive WBCs. Coombs' test was negative. Renal and liver function were normal. A throat swab grew group A streptococci. He was treated with intravenous antibiotics and was given blood and platelet transfusions. Bone marrow aspirates from three different sites were hypoplastic and showed grossly depressed haematopoiesis of normal morphology. There was no evidence of malignant infiltration. Bone marrow trephine biopsy revealed marrow cellularity of 20% with no abnormal infiltration. A diagnosis of idiopathic aplastic anaemia was made and the patient was discharged home with no further treatment. Three weeks later the patient was readmitted with a one-day history of fever. On examination he was pale, there were small discrete cervical lymph nodes and the spleen was just palpable. A blood count showed Hb 6.9 g/dl, WBC 14 x 10 9 /1, of which 77%
were lymphoblasts, and a platelet count of 55 x 10 9 /1. At this stage he was transferred to our unit. Romanowsky-stained bone marrow smears confirmed the presence of FAB L1 ALL. The blast cells were negative for periodic acid-Schiff, myeloperoxidase, Sudan Black and naphthol acetate esterase. Blast cells from a marrow aspirate were characterized with McAbs (Coulter Immunology, Florida, USA). Greater than 95% showed intense membrane reaction to J s (common ALL antigen), B I (Pan B),and 1 2 (HLA-D/DR). Less than 2% of the mononuclear cells reacted with Til (Pan T). With appropriate blood product and antibiotic support, and then induction therapy with vincristine, adriamycin and prednisone, he. entered complete remission after 21 days.
Aplastic anaemia, whether drug-induced (e.g. benzene, chloramphenicol") or idiopathic, may precede the onset of acute leukaemia, usually myeloid, by months or even years. Only 16 cases of ALL in the current literature appear to have been preceded by an episode of marrow aplasia 4 -9 , Table 1 shows the clinical features of the present and 16 previously described cases. All patients were aged under 15 years (mean 4.8years) at presentation, the time to diagnosis of ALL ranging from 7 days to 20 months (mean 4.5 months). In the present case this was relatively short (4 weeks) but this may have been due to the delay in presentation until there was severe pancytopenia.
Two features ln'this group of patients should alert clinicians to the possibility of later progression to ALL, Lymphadenopathy or enlargement of the liver or spleen is unusual in uncomplicated aplastic anaemia but was found in 10of these cases. Response to steroid therapy alone is rare in aplastic anaemia, yet favourable haematological responses occurred in 11of12 cases.
An argument against the genuine aplastic presentation of ALL is the possibility of missing a leukaemic infiltration because of sampling errors in bone marrow examination. Indeed, only 8 of 16 previously described cases had marrow aspirates from more than one site and only 3 had trephine biopsies. In the present case marrow aspirates from 3 sites and a trephine biopsy failed to show any evidence of leukaemic infiltration at initial presentation.
Only two other cases have had their leukaemic blasts immunophenotyped. Both were reported as 'null' but details of methodology are not available. We characterized the present case as J s , B I , 1 2 positive and T lI negative, indicating a non-T, common ALL lineage as found in about 70% of cases of conventional non-adult ALLlo,
The pathogenesis of this rare presentation of ALL in unknown. Suppression of haematopoiesis by occult leukaemic infiltration is one possibilityI I. It is also known that oncornavirus infection can cause both aplastic anaemia and ALL in cats l2, but no such association has been found in humans.
In conclusion, we have reported the first case of ALL presenting as idiopathic aplastic anaemia and studied using McAbs. In the light of the present findings and despite having wide credence, we believe that classical aplastic anaemia as a pre-leukaemic state transforming into ALL is an even rarer entity than has been previously acknowledged. Hydatid disease can present in unexpected situations which may make diagnosis difficult '<". In many such cases a high index of suspicion is necessary to explain unusual clinical findings. In the case now reported, a primary retroperitoneal hydatid cyst caused bladder neck obstruction.
Case report
The patient, a man aged 22,was referred to St Woolos Hospital, Newport, with a 9-month history of acute on chronic retention of urine. Just prior to his admission he had been treated at another hospital by suprapubic catheterization following failed urethral attempts. Cystoscopy at that time was normal and removal of the catheter precipitated another episode of retention. Clinical examination revealed an enlarged, nontender bladder in the presence of a normal neurological examination. Haematologically there was a microcytic anaemia, and on one occasion an eosinophilia of 15%. Biochemically both urea and creatinine were elevated at 20 mmol/l and 444Jllllol/l respectively. Treatment consisted of suprapubic catheterization, which was followed by discharge of pus via the catheter and the passage of urine normally per urethra. Bacteriological examination of pus showed no bacteria or parasites.
Intravenous urography demonstrated bilateral hydronephrosis and hydroureter with a soft tissue mass above the bladder. A sinogram via the suprapubic catheter, and low abdominal ultrasound, showed a cystic mass above the bladder and anterior to the rectum. Cystoscopy confirmed that the cath-eter had transfixed both anterior and posterior walls of the bladder to lie in this soft cystic mass. Large and small bowel barium studies were normal. Following removal of the catheter the patient was discharged home and resisted further admission because of his impending marriage.
Six months later, following outpatient review, his general practitioner informed us of a family and domestic history of hydatid disease. Hydatid serology was negative and abdominal CT scanning confirmed the continued presence of a 6 em cystic lesion with a complex internal architecture lying behind the bladder (Figure 1) .
The patient presented again in early 1985 with a further episode of retention of urine and a palpable mass per rectum. Treatment consisted of urethral catheterization followed by examination under anaesthesia and cystoscopy. Pus then discharged via the catheter and cystoscopy revealed the large defect in the posterior wall of the bladder, above the interureteric bar. A cystogram later showed the presence of a tubular filling defect which was thought to be a foreign body (Figure 2 ).
Repeat cystoscopy demonstrated an amorphous structure in the bladder which was removed by cystotomy and found to be a laminated cystic structure. The defect in the posterior bladder wall was closed in Figure 1 . Pelvic CT scan showng cystic lesion with complex internal architecture lying posterior to the bladder
